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Targeting IL-17A and BAFF Pharmacokinetics and Pharmacodynamics of Tibulizumab
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Statistical Analysis
-  Statistical differences between treatment arms were assessed using
Graph Pad Prism software. Abbreviations: Q2W = once

every 2 weeks; Q4W = once

© 2024 Zura Bio every 4 weeks

Acknowledgements

The authors thank the patients who volunteered to participate in the clinical trial and Emad Samani
»  for bioinformatic support. This clinical trial was funded by Eli Lilly and Company.

LY3090106 Concentration (ug/ml)
o

S




